corpulent than most erythraemic patients are, she has recently tended to lose weight. The blood-count on August 25, 1930, was: Hoemoglobin 126%; erythrocytes 8,800,000; leucocytes 7,200 (polymorphs 70%; lymphocytes 24% monocytes 6%). Brachial blood-pressure: 155/100 mm. Hg. Urine: specific gravity, 1021; acid; free from albumin, sugar and excess of urobilinogen. Negative direct and indirect Hijmans van den Bergh reaction in blood-serum. No gastric achlorhydria (1931) . Negative blood-Wassermann reaction. She was treated by occasional blood-letting.
On October 29, 1932, a blood-count gave: lIaemoglobin 107%; erythrocytes 6,400,000; leucocytes 23,200. On July 3, 1933, the erythrocytes were 7,100,000. The spleen was then felt for the first time; no enlargement of the liver.
Owing to patient's complaining of pain in her feet (no typical gouty changes by X-ray examination), her blood uric acid was estimated, and found to be 12 mgm. % on September 14, 1933. Blood urea: 21-6 mgm. %. Blood-serum cholesterol: 200 mgm. %. A later estimation of the blood uric acid has given 7.7 mgm. % (September 25, after anti-gouty treatment). These blood uric acid estimations need to be confirmed, and indeed, it would be interesting to ascertain whether the blood uric acid is increased in most cases of erythrtemia without obvious signs of gout or excess of uric acid in the urine.
Dr. PARKES WEBER (in reply to remarks in discussion) said that, owing to increased nuclein catabolism, increased production of uric acid was to be expected in erythremia, erythro-leukeemia and myeloid leukEemia. He hoped that more actual data would be forthcoming in the future as to the blood uric acid in such cases. 
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